In a retrospective review of patients admitted to a coronary care unit, 809 patients had a definite myocardial infarction and plasma potassium was measured within 48 hr. The mean (± s.d.) plasma potassium was 4.04 (± 0.56) mmol/litre. A potassium concentration of less than 4.0 mmol/litre was found in 383 patients, of whom 14 had ventricular fibrillation. A potassium concentration of 4.0 mmol/litre or greater was found in 426 patients, of whom 3 had ventricular fibrillation, a difference significant at the 0.4% level (X2 test). Preceding diuretic therapy did not appear to be relevant and there appeared to be no other difference between the two groups. The maintenance of a high-normal plasma potassium, or the prevention of its reduction, in patients with an acute myocardial infarction may be important.
Introduction
The clinical significance of a low plasma potassium concentration in patients continues to attract attention (Sandor, Pickens and Crallan, 1982) . Observations over many years have linked arrhythmias with a low potassium (Davidson and Surawicz, 1967) , though serious ventricular arrhythmias appear rare and have usually only been associated with potassium levels of less than 3-2 mmol/litre (Curry et al., 1976) . There is evidence that the frequency of arrhythmias might be increased in patients with an acute myocardial infarction and a low potassium concentration (Dyckner et al., 1975) and the arrhythmias include ventricular fibrillation (Beck and Hochrein, 1977 An additional 11 patients had their plasma potassium measured immediately after an episode of ventricular fibrillation. The mean was 3-36 (s.d. 0.54) mmol/litre and these low levels were not explained by alkalosis on the basis of a normal simultaneous arterial pH in most of those with the lowest levels. Finally, there were 10 patients with ventricular fibrillation after the first 48 hr (mean 4.5 days) and these did not have such low levels of potassium (mean 3-92, s.d. 0-44 mmol/litre).
Discussion
This study has shown a significant increase in the number of patients with early ventricular fibrillation in association with reduced plasma potassium concentration. It confirms the original observations and is strongly supported by the findings of other groups reported in a recent symposium (Solomon and Cole, 1981; Nordrehaug, 1981; Hulting, 1981) . Similar results were obtained in a study in Birmingham (Reuben, personal communication) and the patients over 65 years old in these two studies were combined in a recent report (Reuben and Thomas, 1982) . The relevance is supported by the theoretical background of arrhythmias (Fisch, 1933) and experimental studies which show an increased incidence of ventricular fibrillation in the presence of hypokalaemia (Daugherty and Woodward, 1981) .
It may be necessary to separate the problem of diuretic-induced hypokalaemia from that found in acute myocardial infarction. The former is common and has been shown to be associated with increased ventricular ectopic activity (Holland, Nixon and Kuhnert, 1981) . However, it is not known whether the incidence of serious arrhythmias is increased, although some authors have speculated that this is so. In myocardial infarction, it may be that the hypokalaemia is related to another factor (or factors) which is in itself arrhythmogenic. For example, one of the contenders for this is adrenaline, which is increased in myocardial infarction, can lower plasma potassium and is arrhythmogenic (Struthers et aL, 1981) .
Though the situation is complex and merits prospective study, these observations suggest that it may be prudent to try and maintain a high-normal plasma potassium concentration, or prevent its reduction, in patients with an acute myocardial infarction.
